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/l) without recovery of renal failure (creatinine 632 mmol/l). The patient remained in a persistent coma, and a new brain computed tomography (CT) scan showed multiple ischaemic lesions in both cerebral hemispheres. Cerebral angiography showed occlusion of multiple large artery branches. On the 15th postoperative day, the patient died due to persistent ventricular arrhythmias.
The autopsy study showed thrombotic microangiopathy of small, medium and large artery branches, with extensive haemorrhagic infarction in the brain and pancreas. In the kidney, there was also intimal hyperplasia in the arterioles and middle size arteries (Figure 1 ). On the other hand, in the heart, there was an area of myocardial necrosis with coronary atheromatous disease involving two large arteries but without microangiopathic lesions.
TTP/HUS is a multisystemic disease characterized by fever, thrombocytopenia, microangiopatic haemolytic anaemia, neurological disorders and renal failure [1] . In the majority of clinical reports of TTP/HUS, the vascular lesions are characterized by progression from endothelial swelling and microthrombi formation to intimal proliferation with hyperplasia involving capillaries and arterioles [2] . Two major types of kidney involvement have been described, a glomerular form and a vascular form with arterial lesions. In this later case, vascular involvement is usually associated with more severe hypertension, more frequent neurological disorders, higher risk of renal and neurological sequelae and higher mortality [3] . In this patient, we observed severe arterial damage affecting large artery branches, middle and small arteries of both kidneys.
Neurological symptoms are present in >90% of patients [1] . These are attributed to ischaemia of the cerebral cortex associated with transient occlusion of arterioles or microinfarcts [4] . Moreover, few reports have also shown cerebral infarcts due to an occlusion of the large artery branches [4] [5] [6] . Here we also describe a patient with TTP, who developed widespread areas of brain infarction due to occlusion by miointimal proliferation of large artery branches.
It has been established that plasma infusion or plasma exchange are the only useful therapies for the TTP/HUS, allowing induction of remission of acute episodes in 60-90% of patients [7] . In cases showing involvement of the medium and large artery branches, clinical reponse to plasma exchange was poorer than in cases limited to small arteries and arterioles. In our case, despite the fact that intensive plasma exchange therapy was started at admission, the disease steadily progressed and led to the patient's death due to multisystem failure.
In summary, we report a patient with diffuse vascular lesions leading to acute pancreatitis, acute renal failure and massive brain infarctions. Histological evaluation showed a severe involvement of large artery branches, medium-sized arteries and small vessels with arterial occlusion. Despite intensive plasma exchange therapy, the patient died due to multisystem organ failure. ; P<0.0001). Stone composition was determined quantitatively using Fourier transform infrared spectroscopy. The distribution of the main components of stones in males and females in the two groups (diabetics and non-diabetics) is shown in Table 1 . Calcium oxalate was most prevalent as the main component of stones in both genders, but to a lesser extent in women than in men and in non-diabetic than in diabetic stone formers. No significant difference was observed for calcium phosphates (CaP) or magnesium ammonium phosphate (MAP) between the two groups. In contrast, uric acid was found as the main component of stones in a significantly higher proportion of diabetic than non-diabetic patients (28.5 vs 13.0%; P<0.0001), the difference being more marked in females (36.8 vs 9.7%) than in males (24.9 vs 14.7%). When taking into consideration calculi containing any proportion of uric acid (i.e. pure uric acid or mixed uric acid/calcium stones), the prevalence of uric acid-containing calculi was even higher in diabetic patients, at 35.4% vs 16.8% (P<0.0001) (40.3% vs 12.3% in women; 33.3% vs 18.8% in men). Pure uric acid stones represented 41.8% and 34.8% of uric acid-containing stones in diabetic and nondiabetic stone formers, respectively (not significant). There was no significant difference in stone composition between type 1 and type 2 diabetes, with the proportion of uric acid stones being 31.6% and 28.1%, respectively (Table 2) . 
